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Research progress on the role of blood lipids in the

judgment of acute pancreatitis
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Abstract

Keywords

Acute pancreatitis (AP) is 2 common and serious digestive system disease characterized by sudden inflammation
of the pancreas, and most acute pancreatitides are self-limited processes. The prognosis is good through systematic
treatment. There are still 20% patients with severe and fatal complications with poor prognosis called severe acute
pancreatitis (SAP). SAP patients have a high mortality rate, ranging from 35% to S0%. Early recognition of SAP
patients can help clinicians start effective treatment early and timely, such as early ICU or surgical intervention,
or other differential treatments, thereby minimizing the incidence of complications and mortality. Therefore, the
judgment of AP condition and the early prediction of SAP are important in the treatment of AP. Some studies
have found that changes in blood lipids are related to the condition of AP. This article reviews the changes in blood
lipids and the condition of acute pancreatitis, and aims to provide early diagnosis of SAP through blood lipids.
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SVPEJE R R (acute pancreatitis, AP)ZEIEZ
Tof o DR 51 S ) i Tl TR R PN RO L 3 IR R 2
ZUH Bl . KE . IS = IRAE, 4R LAT1R BR
J JR T B A By JORE SOV, P O A A AR
DI RE B AT R pAG . AP 1 M EE R B 0T o M
JiE 2P B R (mild acute pancreatitis, MAP),
HJE R IR & (moderately severe acute pancreatitis,
MSAP) J HJE i I %% (severe acute pancreatitis,
SAP). Z20% AP HE S RKIEM ANSAP, HH
4 By RAE RV 25 A 1F (systematic inflammatory
response syndrome, SIRS)MFF&L £ 4% H Ulnk
T (persistent organ failure, POF), JHILFN
35%~50% "0 Xt SAP IR 2 T BE AT AL K 1K SE
A, FETHT TR AP 1 AR R A R Y O vk A
fiRanson i o) . M AR B2 S P £ BREAR BV 43
(Acute Physiology And Chronic Health Evaluation
II, APACHE-II) ., X R CT/™H BT
(Modified CT Severity Index, MCTSI) . JiBE I R TR
%Pifgﬁiyﬁj\(Bedside Index for Severity in Acute
Pancreatitis, BISAP) LJ&%@JIH/&?E*/i, @HHﬁB
o5 ] T PN AP R0 R B AT o> R G
PRI BB RS ErE2E | BN B AR
AR, A, fRTER L PR VAR M T 4 AR K TH
iy Lk — L 5T . AP NFR B EAE A AR S A
I ) e R T R A R A DR T A R TR
% (reactive oxygen species, ROS)I#ifh . BTG
TH ALK A 1 XL 80798 R e 5 0 g 8 % 4 B
i 7 R R AR G R L TG . R O AE
T A VR IR B MR, IR B0 23 AR RAE PRk
HELIEN, @R PGS, orRm.
AP PG A ARk, HSAPRTEHISC, ARy
Ji 5 R 53 AT A DA TR S AP Y B 7S ) o

1 AP BEEMMFERTL

ML P B 2 FIR BUR > 25 T AP K A K i
iR, JFHSAPIR A B YIMIDE . Khan % SHRHE 78
AP, MUARBRIFT & AR, BETEABL2 dN,
[ﬂl?jﬁa,%'\}]ﬂ@(total cholesterol, TCHO) . R E
& & 1 (high-density lipoprotein, HDL) FII % B
fI§ & H (low-density lipoprotein, LDL) . #kJJ§&K H
(apolipoprotein) %5 IfiL R ¥ & & A= 1 B i i 28 4k,
TCHO. HDL. LDL. apoA-I1ffi# APJ& 1 i ik &
MFEAR, T TGTESAPEH b 7Eix e frh
TCHO. HDL. LDL. apofJZ8fb7E kG 512 (AP
A% #E L, TCHO, LDL, apofyZ-fb7E Ik

MRS PRI R P A S48 X, MHDLER LS
PR S TR K IRAP B F AR B AL R 5 A B
24 hfyTCHO . HDL. LDL/KFEAHEN, sxueasfh
nREH LR R 28 APRAEA IR AT R Y
M JF g 5T A s ARORE -5 00 B 4 1457 38 38 PR 1Y) 2
AR T B IR BT N AN EE B B ;s RAE . WY
AT E R T R NS G (1R A= R
EEHEKE KA, KRB T Rk
B RE B A s o IR B 112 5 4R N I HY B A5
4 Ko o B AR AL o IS B BT 9 AR A 2 A P R E B iR
R0 I R E R a5 5 . R, I3 IR B AT R
APIHYIHERE , XFAPHTE FIWr A — & M E .

2 MmiFERERZTHIN SAP

2.1 =BtHmE sap

= Bk H 3 (triglyceride, TG) /& H1 K 5 g Wy
R FH e T & IR . TG R 2R
i i 6 B N 22 — 170 Y 3E TG K i i
11.3 mmol/LAf 5 K AP™ , APHY Kk & BEWI th
TGILAE K -3 hin i s hn . i 5o %F AP H 2 iR AE
R BFSE, Sue5UO % TGAK 1Y T 5 4% B )
AE % ¥y (organ failure, OF)PKFZIEINA & ; Nawaz
AU 5 % IS8 2 RO N B AP, TG
7KV 5 R 2 1 A% B DI BE 2 4 (persistent organ
failure, POE)M A0 ; LuZEl R BB # APi48 h
M IS TG 7K K T°5.65 mmol/L, POF &k Z
By HTGK AR T°5.65 mmol /LI A Bk L, & 4E
POFM Al REME LR /N, AP, AR 1 T 2R
NS T AR AR 4 BRI, BOKEILE TG
N Wi a8y, 7= A K i 5 06 Wi IR (free fatty acid,
FFA), it (FFAG UGS 5 HLE o, Xl
fig 5 B0 =5 1R D7 1R vk e ok BE MR R E, Ak 2k
UN R @A RS R B w7 1 9 VAR o 25 A
PR (N1 ) R 22y B o fig sz, Rkim, A
HI & T TGS AP )™ 5 F2 B AH AL I A B o, (H
B A R R 2 (R AF 5 & BIAS 18 AT Fh s R 51 kS 1) T
BR%, FITGKFEML SPORM LA A — MK
., HIETG/K- A8 A0 W] 1R S B 1 I S AP 1) ¥ 7
bRy,

2.2 TCHO 5 sAp

TCHO & 15 I 35 4 Fi I8 82 11 o & 1 JIH [
Pt B &5 A IR T s R i g IR [ B A SRl T I
R E R A R LSS AR A E TR &
b, BT e EEAC RS AR, A s
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K& LS AP B8 HAE A AR [ B ol i, R AR A [ A
ML AE I A S SAP A L7 fE B I 2 . Hong O 'BIF5Y
KIMTCHO S5APM ™ & B X R IFAE —Fh &t
KER, MEREHaBAHK, KA NILTCHOK T
(<160 mg/dL) Fl & TCHO/K - (>240 mg/dL) 1 &
H L ETCHOK Y- (160~240 mg/dL) B9 B # &k E
SAPIMERIA B &, XA RTTEES TCHOZS 5
APRAE VAT 5, TallZE" % I TollRE 52 144 (Toll-
like receptors 4, TLR4)7EAP Y3 Ji rfr i 5 2L i) {2
ARAEHT, T IE [ P 00 AE AT B 5 3K e A0 R
by B 95 240 A ) AE [ s AR 2R, AT fE #E TLRAF 5 (1)
998 . TLR4-CD4E SWMIE L. BRA% 20 M i
A L R BRI F ) b R AN e e RN FE
YLK b, TLRAE 5 09 3005 5 SO [ B A i vk
b, DA A 3500 R i i — 20 R 2R R A AE S 1
KU AP B R 4% A I T T RE S
JFF LT A B U, e A, T T A A i IR T
A 2R -6 RN I R B8 PRt 2 450 403 1t A Y
Rz An i, A 2R 40 A s R, S 208
A IS P 4 C B AL 2RI PR, R S | R I
HTCHOMEMLM . TCHO S MY X Fliufl )¢ & 7]
AE 55 45 JIEL [ P i 0 7 1 B 98 v e 45 n A & A A
EEE

2.3 HDL 5 sAp

HDL NI & A Z—, J2& B & H i
K ELrs g s I F AR E &R R, EE
HFIES R, EEB S EE, BERE. 5HAM
JEHE A L, HDL#E K& I5 8 1 Bk, BT
KN ARG AR R RS R AR DY e S
P2 O A DG I ™ 2 I SRR, IR HD LR
WRIBEAMD, X FHDLIAFIE & BER T 16 10
R & K1) IH A B 4% 32 (reverse cholesterol
transport, RCT)MHLAEHISN, HAE# B 50 5=
i P R AEL R AP, 7EAP P HDLE $E W 5 95
g AR E RN RZ5 A 0¢, HDLA] HIR il SAP
MICUBHE ARG, FllSAP Y 5 A4 A K B
0.811, ZAKIE H80.77%, HE5EE N71.05%"', HDL
TEAPH FERELUTAEH . V)M MAIwEIE 28, &
FERURAVEF 2) M BRI > F i3k, B ik
L 20 ML 2R B R SN IR RS L By Ik R RE ¥ 1 S BE S Y
Z W EDRERT T 3) Mo B — R AL A A
(endothelial nitric oxide synthase, ENOS) S
ENOSHIA K 2 5 3 il 7 A% 20 M 55 P B 19 285 BT %
T A AE A AR Y 4)HDLIY 38 i Mkt Ak &
I3 ML 37 o 48 i A2 4 HD LAH 56 P S 1k o fig Y

S)HDLTEVE BRFFATP A BB A/EH, AP AHDL
() R AT T BE S BUOREARS N, I 7T BE 2 34 N FEA N
B IR AN B i IR & 22— AN FEAPHTLRS
F ) JE TLR-4 9 2 540 ) T HDLAY = 4= P77,

2.4 LDL 5 sAp

LDL/& & & HE R AR E, & —Ffliz 81
[i] P i A A1 ] 20 2 40 B 4 S B 3 BURE . R 3T A O
LR WLDLAK V- JH & SAPPOFA X", KhanZgl!
IR . ABE2 dPI 2 LD LK 55 [ AR 42 1)
JEERE R YIMOC, X BB S LDLG] R K E AN
WA K, AACRN AEAPH B IEEEAEH, AN
POrT B D RE B AT L MR I P A 0 T S
AD J H5 R 42 By JE U — A HE A B P Hong
2 BURESE % BB S5 24 hIN BIMELDL(<90 mg/dL)
M LDL(>150 mg/dL) 7K F-4B 5 SAP & Ji& 1) KUK 14
INAT ST e F o ARLDL S AP 1% AH 56 1T g & AP
T 3k B R0 A RE 4 B P F- AN TL -6 FI TN E-a 56 530
JFLDLA B /0, Ak, AP 6 20 1 45 3 55 1k 3
IS BOls & F i N A EET Y. B LDLK
i AP ™ T Fi B 1] i 55 5 LDLIA RO S Ay — 4 1k
A(NO)A K, NOEAHRIMEM, NOLA R
BRI IL, TR ARk RIS ik,
LDLAAT ¥ AE Tl SAP 1A o

2.5 HEEL A-I. HIEEB B 5 sar

NG E A A-T(apoA-1) EHDLH EE WS, T
FAHDLM F LA 5URe s A, K30 A [H BT
SR U Il B am BN, IR AR OR3P 3l kO TR 2 0%
Egﬁ/ﬂﬁfﬁﬁ[mo L3C}i@§5(c-reaction protein,
CRP) AL, apoA-Tj&—Ff B 2 19 A AHE 1 Y,
apoA-IFER PN I A= #E D R AL 45 By I Tk L 4 i 5 =
W 24 B 2 B) P AH ECAE L DL R ] A b 40 I
M=, N BR R AE R AR &N, IF R AR
PUEALVE Y. 5% 1B (apo B)ZLDL., H1[H]
% N B 1 (IDL) R I % B2 BR #5 11 (VLDL) i) &
BEEEK), apoBREMEIE N & 1 IE A M BE, FIE
W 0 LAY I, T R RAED . I, apoA-1F
apoB il L T AR YT R FIAIE RAE A5 fk . apoB/
apoA-TH B J& —FhZ5 G S e A A4 B o 4 3 - £l 1 98
JEAR B LA T84, apoB/apoA-THHE W 12 H
T 1 45 ol 5 MR S AR 2E A AR K kAP
YE R RSN, apoB/apoA-1FLAH [FIAF AT AE 5 Hojw
5 72 TR AR L BY . WaZEBYBFSE & I AE A B 24 h
W Il i apoB/apoA-TH A 5 AP [ /™ A2 & % U) M
Ko, LU fF B R AR A 7 R S R R, A
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MSAPHY e FapoB/apoA-1 HLE AL 11 }0.88, R
i 483.08%, FiSFMEH69.03%., Huh:P 857 Kk K
apoB/apoA-IIU(H 5 WAF 2 K28 . HREHLEIZH
i R R R RCR R 5 48 B B AR G, HH A
5 Y apoA-TakapoBAH bt H A7 f5c iy 09 T A4 i
AEEW .16, BUREES3%, FEFMH3%., X5
apoB/apoA-I A 7 MR 48 b e e 1 HILIR R AE 5 9T
RVHA K

2.6 HFEEHERS SAP

e 25 06 W5 R (free fatty acid, FFA)J&"HPENEH
YRR, FEAPHTEAR BT, A8 A S 2
TROR JBR B 18] o A K f# TG P= A FRA, o H 2 = g 1L
SE IR A, IR P ERART BT, R AR IAE R AR
RHh, HABE R A AR & 2 7= 4 FFA™Y . Sztefko
ZBURE Y % RFFA S 5 AP (1 5 9F 5 IR 2 1 ™
FERBEAAE, NS M i E G R AAP, i
L, FFAMUE . X 2 W FEA R 1 il 38 4 5
O, REICHN AL S A 2R AR 2 A W DRIV T
9 JER IR I PN B . A R A B, R AR
A Rg 15 R R, TGOK A RIEEAYS N, B
CEVETEERR N AL, B FRAL R AP AT
45 1 J5 R 2z — 1 Zadori & Y5 1t 3 i) 52 56 &
e 3 v e B B R KGR G BRFFA RS 2L
LAPIETE, T TIRITAP,

3 HiE

AP 85 IR 1 A8 1k 5 AP I ™ EE R B A AR A G
K&, HHHDL., apoA-I. apoB/apoA-TH{H C #
Il PR T 500 SAP £, IxX SE4R AR I & HAl T
Gy RG] LLES Byiim R S A= X 4 SAP f8 35 FIAE SAP &
HL T LU A SO BURIR T, REAR IR KA B
FEAE T HA i g B 53 A T SAP B T TE M A
BT 5 Bk — 5T . i © A B SE & I TE
JIR 1803 %o T SAP A — 5 A By, FIAE A AP
R RV > R G s R AR AR Y R 4F b 52 . T
I NG A2k -5 AP 1 22 1k 19 BARBLH] i AT, A7)
Wit — T .
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